Tufted folliculitis of the scalp! Neil P Smith MRCP 2 (for K V Sanderson FRCP FRCAP) Department of Dermatology, St George's Hospital, London SW1X 7EZ Scarring alopecia may be the end result of various different inflammatory conditions which affect the scalp. Described here is a patient with a scarring alopecia of an unusual clinical pattern, where it is believed that staphylococcal infection played a part in the pathogenesis.
Case report
A 46-year-old man had noticed inflammatory scarring of a localized area of scalp for 18 months. There had been occasional exudation and crusting of the surface and some local tenderness.
On examination, there was an area of scarring alopecia over the right occiput, with the hair in the affected area grouped into tufts ( Figure I) . The skin between the hair tufts was erythematous and glazed, and occasional follicular pustules were present. Normal or negative investigations included haemoglobin, blood count, ESR, antinuclear factor, mycological examination of scalp skin and hair, bacteriology of nose and throat swabs, and direct immunofluorescence studies on the scalp biopsy. A heavy growth of Staphylococcus aureus was isolated from both the scalp biopsy tissue itself and, on repeated occasions, from the surface of the affected area of scalp. Histological examination of the scalp biopsy showed an inflammatory infiltrate rich in plasma cells in the upper and mid-dermis, particularly surrounding hair follicles. In some areas, there were collections of polymorphonuclear leukocytes, and in others there were groups of histiocytic cells with a tendency to granuloma formation. The inflammatory changes and scarring appeared to be occurring at a relatively superficial level of the dermis, sparing the hair roots. Multiple hairs could be seen emerging as a group from a common duct at places along the epidermis.
The patient was treated with topical 2% fucidic acid gel and oral flucloxacillin 250 mg four times daily, which produced a definite improvement over a period of eight weeks.
Discussion
The various names given over the years to the inflammatory disorders of the scalp which produce a permanent scarring alopecia have led to much confusion (Hoffman 1931 , Laymon 1947 . Many of the clinical features in our patient correspond to those described by Brocq (1888) as folliculitis decalvans. These features include perifollicular inflammation, the tendency to peripheral extension and the slow progress of the disorder leading to permanent scarring. Essentially, the same condition was described under the title of 'acne decalvante' by Lailler & Robert (1884) (see Laymon 1947) and 'folliculite epilante' by Quinquaud (1888) . In many, but not all reported cases of folliculitis decalvans, it has been possible to culture Staphylococcus aureus from the affected area of skin (Bogg 1963) . Due to the isolation ofa heavy growth of this organism on repeated occasions and the response to treatment in this patient, it is believed that Staphylococcus aureus plays some role in the pathogenesis of the condition.
An unusual clinical feature in this patient is the striking tufted appearance of the scalp hair. The way the inflammation and scarring occurs in the more superficial region of the scalp and spares the hair roots provides a clue to explain the evolution of the tufts. The staphylococcal infection produces confluent necrosis of an area occupied by a number of hair follicle complexes ( Figure 2 ). As the roots are not affected, the hair shafts persist as the only relics of the follicular apparatus in the necrotic superficial scalp. When healing begins, the hair shafts clump together and act as a core around which the epithelium can regrow in the same way that epidermis grows down around a suture through the skin (Figure 3) . A sinus track is thus produced connecting the roots of what were, perhaps, a dozen or more adjacent follicles before the folliculitis occurred. The scarring encloses the sinuses and produces the atrophy between them. Although cicatricial alopecias of many different types commonly show patchy involvement of the scalp, it is felt that this degree of grouping and tufting of hair in association with scarring is unusual and has not previously been reported.
Dr G C Wells: I agree with Dr Smith that the compound hairshaft tufts are an unusual feature of scarring alopecia, and I have recently seen a lesser degree of tufting in a man of 34 with a two-year history of inflammation of the scalp vertex. He showed redness and patchy scarring with some pits and nodularity together with scattered follicular pustules. Biopsy showed scarring with a chronic inflammatory infiltrate containing plasma cells. Though cultures were negative for Staphylococcus aureus, oral flucloxacillin appears to have cleared the pustulation. Dr R Dawber: I have never seen this type of hair grouping in scarring alopecia, whatever the aetiology. The patient allowed me to pluck a group of seven hairs protruding from one follicular opening and microscopically I could only see one anagen root out of the seven. The histological section of the scalp also demonstrated this quite clearly. It would seem that the presence of so many hairs in each follicle is due to a failure oftelogen hairs to be shed, probably due to them being caught up in the superficial inflammatory process seen histologically. Dr B Leppard: I thought the clinical appearance was very much like that of a man who had had a hair transplant. I wondered if this patient had had this done but was not willing to admit it to the doctor.
Professor F F Hellier: The condition seems to me to resemble folliculitis decalvans.
Resolution of actinic reticuloid with transition to photosensitive eczema t J L M Hawk BSC MRCP (for I A Magnus MD FRCP)
Department of Photobiology, Institute of Dermatology, London £96BX
A 57-year old man developed severe actinic reticuloid in 1965. During 1976 he showed marked symptomatic improvement and increased tolerance of light and now has photosensitive eczema.
In 1969 Ive et al. first described actinic reticuloid, a condition of elderly males characterized by erythematous thickening of all the light-exposed areas, with formation ofjuicy plaques and accentuation of skin creases. There were often episodes of generalized erythroderma, and hyperpigmentation was occasionally present. Preceding skin disease such as psoriasis or eczema was not unusual. Confinement to a darkened room for days or weeks was necessary for clinical improvement, and relapse tended to be rapid on further exposure to light. Attempts at suicide were not uncommon. Irradiation monochromator findings demonstrated abnormal and often extreme sensitivity to short and long wavelength ultraviolet radiation, frequently with variable extension to involve the visible light spectrum, occasionally as far as 600 nm (orange light). Histology was also characteristic and tended to show a deep dermal lymphoreticular infiltrate of settled appearance but containing abnormal mononuclear cells, occasional giant cells and intraepidermal microabscesses, simulating a reticulosis. Photopatch tests were always negative with the routine range of common allergens tested.
In 1973 Ramsay & Kobza Black described what they felt was a new entity called photosensitive eczema, which had clinical features ofeczema limited predominantly to the light exposed areas, although often preceded by some other type of eczema along with eczematous histological features, but often with a somewhat heavier dermal mononuclear infiltrate than expected. The irradiation monochromator findings showed abnormalities confined to the short
